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HE . BY WaFEml S ammizk (AP) KR WMHEPER, LA ST ROS/INK il % Fo F % %
ERFHYm, ik H36 ASD XKRAMALY A 34, b, BFRA12 R, F3124 R SD KA AL# AP
A BEAE BRI G, RIERAAF A E, /\Mﬁﬁ-_éﬂﬁw%%ﬁéﬂ 12 R, FRAXKLTHRIL S
(1ml/100g) #F, BAEMAL T ALK (1ml/100g) EF. % RJG, WM BARIBIZLES, NF-k B #
AT, TNF-a . IL—6, IL-1B K-F, MIRALEREA A cb% (ROS) IKTF, BRERAG c—Jun B K 5% B
(p—JNK) #o JNK KF, R BF RKAMBREZFSKT FRA (P <0.05), TR ILF 5K T AR
28 (P <0.05), HAMFeFFL TNF-a . IL—6, IL-18 . ROS, p—JNK, JNK K-F 3 FTHEF K4 (P <0.05),
A2 F IR TR 2L (P <0.05). T4 NF-k B i FAKTRF RAFER A (P <0.05), &t Fk
II 55 AP KRN 09 247 4F A AUH) T 4620, NF—k B #3545K-F, T8 ROS/|NK i@#%, KAk TNF-« .
IL—6. IL-1B &R&EHKF,
LI MRk IS/ bES KSR TE; ERAAEA/ AHE; cJun KA RS
W R GMEER ; KR
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Exploring protective effect of Qingyi II on acute pancreatitis
with ROS/JNK pathway*

Zhi-fang Cai, Ci-jun Peng, Yu Ao, Dan-hua Dui, Tian-gang Lan
(Department of Hepatobiliary and Pancreatic Surgery, Affiliated Hospital of Zunyi Medical University,
Zunyi, Guizhou 563000, China)

Abstract: Objective To investigate the protective effect of Qingyi Il on acute pancreatitis (AP) rats and its effect
on ROS/INK pathway and related inflammatory factors. Methods A total of thirty-six SD rats were randomly divided
into 3 groups. Among them, 12 rats were divided into sham operation group and the other 24 SD rats were used to induce
AP models. After the successful modeling, the 24 SD rats were divided into model group and intervention group according
to the principle of random number table, with 12 animals in each group. Rats in the intervention group were given Qingyi
II (Iml/100 g body weight) orally, and rats in the model group were given intragastric administration of normal saline
(1ml/100 g body weight). After the intervention, the pancreatic pathological score, nuclear translocation of NF-kB, tumor
necrosis factor-o (TNF-a), levels of IL-6, IL-1p, reactive oxygen species (ROS), phosphorylation of INK (p-JNK) and total
JNK (JNK) were measured and compared. Results The sham operation group had lower pancreatic pathological score
than the intervention group (P <0.05). The pancreatic pathological score of the intervention group was lower than that of
the model group (P <0.05). Levels of TNF-a, IL-6, IL-1p, ROS, p-JNK and JNK in the model group and the intervention
group were higher than those in the sham operation group (P <0.05), but the intervention group was significantly lower than
the model group (P <0.05). The nuclear translocation rate of NF-kappa B in intervention group was lower than that in sham
operation group and model group (P <0.05). Conclusions The pancreatic protective mechanism of Qingyi Il on AP rats
may play a role in reducing the nuclear translocation level of NF-kB and down-regulating ROS/INK pathway to reduce the

Wik B30T : 2018-09-11
*EAIE SRMA R B [No: BFHS LHF( 2016 )7478 5 |



5 6 4]

G677, A5 LS X AR R R AP AR TR

expression of TNF-a, IL-6 and IL-1f.
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c-jun n-terminal kinase/ protein kinases; rats

ZVEBR R (acute pancreatitis, AP ) J&IIfi R TP
DL SEE 2, HC BRARF AR Ay JER AR ] 3 i B A A
PR, PRIEANN & AR A5 AR L SRR RS AE AN R
R " AP RHIE RS SRl LATIURE, 7 i R
. TE B I 5 B A B B B B 22 i rp 257 5]
USRI R AT AP PR 2, H A HHLH
PAATE W P e — L EREHE TS X5 AP (936
SPHLEL, ABHFERI 3% A~k IR IR B 28 IR JR A 6 A 7
SFA ) AP R RURERL, LI e 1T 57 B X AP KR
TR AR 1 FH SRR

1 RS

1.1 LY

36 HIF G SD KA [ 55 =4 K= 8 5hY)
Huls  VFRTIES - SCXK=( 42 ) 201802154, MEAfEA PRI,
AT 210 ~ 265 ¢, ) (238+28) g,
1.2 SLINZGY

5 (38 SCBE A B B e 2= e 24500 B A 1),
e 250 mg/ml,
1.3 iKF SIS

AR AR N ( €[ Sigma 22F] ), K ERIRIIAIE
KF — o (tumor necrosis factor— o, TNF— o ) ELISA iz
Mg (Bl —AYRH A BRA R, QY-H10038 ),
KE A MEA Z 6 (Interleukin 6, IL-6 ) ELISA X7
& (ST AYRHEABR A, ab87933), KERMA
Y fs A~ Z 1B (Interleukin 18, IL-1B ) ELISA iz %
& ( B TORAEYRHEARA ), AZ-003 ), iMARK
680 3 JH W A7 1% ( 3% [ Bio—Rad 23 1) ), RIPA ZLfi#
W . BCA B WM E . LR AR ik 5] &
A B8R A RAEYAF, & RNA #2505 Trizol |
dNTP. Oligo (dT) 15, Taq DNA &, —¥Hi. —
o A LR T AR BR A A, 8N
A (DHE-ROS) fid & ( L DA m Rk h
FRAFD), F19it i FiA TAEY) TRA R A5
i, TNF-« iE [ 514 : 5-TTCTGTCTACTGAACTTC
GGGGTGATCGGTCC-3", [ 5|4 : 5'~-GTATGAGA
TAGCAAATCGGCTGACGGTGTGGG-3" ; IL-6 1F [f] 5
Y . 5'-TCCAGTTGCCTTCTTGGGAC-3', JZ [i] 5| ¥
5'-GTGTAATTAAGCCTCCGACTTG=3' ; IL-1B F 5]

Y : 5'-GAAAGACGGCACACCCACCCT=-3', FIa51#y .
5'-GCTCTGCTTGTGAGGTGCTGATGTA-3' ; GAPDH
Em 59 : 5'-CATGACCACAGTCCATGCCATCAC-3',
K54 : 5'-TGAGGTCCACCACCCTGTTGCTGT-3",

1.4 ZHHASEBNEH
RIEFEHLECT T, 36 LR REHL R B T
R, BRG], A 12 2o i REARHET
A 12 h, 10% KEEEE (033 ml/100 g) FREER , B
T RETSIE I A R, ARTFAR AR BT S R
ShinE, BlIGCNE 5 BRI Fid K BU7E e 2R IR
I, R/ ANAS, - 48 I nreE
AT ZLLIR AN IS, A1 AT ) IR aE
WYEA 3% A-REHRREN (0.1 ml/100 g ), &P JH A E
A+ Z3BAYIF O 2 min, BEGIATF/ NSRS, i,
AT A AR . 258,
15 Fik
151 427k BRERE, THAXRS T
T5#E (1 ml/100 g), BEAEHFMETARAEKRRLES T
AFERK (1ml/100g) FEH, A4S 6 h/ IR, EL:
4K,
152 TNF-a. IL-6, IL-1B & aRK-FHn R
JH ELISA UL ARSI LA TNF-a | 1L-6, 11-18
FEEKTF. A REANEE 24 h 5, USIRE0 3 AR 1,
FREEERIKEUAL 3 ~ 5 ml, HEPK E 3 000 r/min .0
15 min, fFAIUCHE FIEW. R TNF-« | IL-6, IL-
1 B ELISA R &R, ik ans « & EbrifEfL
10 L, JEEERIH 50 w1 (ARHEAS [ & 2R i 7
MR B ), (AR 35 B AN IR it AR il s X5 7 25
FRFL, FRIARESFL A AR AARRE 5 5A0FES,, TRAD
J&F 37°CHF 30 min, BlfG/INOFERMA, mafLH
INAVRE, #E 30s Jase Lk, HESWE,
AR AR sop L, IRAE T 37TCIRE
30 min JEPEUS, FRIFFIMA R AR AL B 45 501/ fL,
EVHIRA G ROE LA 15 min, A 50wl &0, T
450 nm AL E G E (OD) {H, EakbriEfhZk
B TNF-« | IL-6, IL-1B K.
153 MMBBEF>EN BERHAAYL
3mmx3 mmx3mm, 10% HEEEE 3 hJGHK, &
B, VR I, R 30 min S YA, MERE AL R
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WA 10 min, k. BY. ik, B
JridstE, OR A AR, AR AY Schmidt BRiEETE
4 Rongione ARG ELITSy, B 3 skdkiEL:d) /b
3ABENUEF EA TR BT 5y, DA T I E AR R i
E4 917y e LN o

1.5.4 TNF—a . IL—6, IL-13 mRNA K F A
& ] RT-PCR ¥ {] TNF-a . IL-6. IL-13 mRNA 7K
- BUBBRAIZUBT RS UK A3, AE EP B HIINAK
15 200 w1 FAIRHE T, E5iRAT, 4°C. 12 000 v/min
B, W RO A SR SN, IRAIE4kEE 4°C.
12 000 v/min .0, FEWITIED) . LI TG
aifg, B LR 54 025wl A 5 x buffer ¥ 5wl

% 25.5n 1, PCR 7404 94°CZEYE 1 min, 65C
Bk 30s, 72°CHEM 1 min, 3t 35 PMEER, 72°CHkS:4E
5 min, HO™W) 51K, EL GAPDH NZ 4, 734
JKEE(E

155 #ZKB-F kB (nuclear factor k B, NF-k B) #
AR Pl R SABC s 4l 234k A 1k
NF-« B B LK, IBCRE i 20 247 5 AR AR R 47 I
I kAk, L 3% BURUK ik AR BEE ], AT
NF-«k B Z sk (1 @ 100), EYELFEPR
IeG. SABC &), WE G DAB Y, By, HhH.
IR B 2L PBS AU —t. A HOR IR 5 5K D) s
FESR YT BERLZEI 2 S AT LEE, L AR
R A NF-k B PHE4IE

156 JRIRA L FE M A A B A (reactive oxygen
species, ROS ) Z&-FAaml SR it =X 20 R A A 00 fie i
LI ROS KT, BYHUBRARZIZY 50 mg /247, PBS ik
JE T UK EARAZARAAR S B0 A (100 1/10 mg) )3
8 ~ 12K, 4°C. 3000 t/min #5.0> 5 min, WEE FIEH
Ja4kSE 4°C . 3 000 r/min 250 5 min, ULEY RN MLk
PR, 212 20 IASIIAY I, ARIRAIHE 10 min, WiE
BIEW, A DCFH-DA TAEW 1 mmol, JR2J)5 37C
R 30 min, FAAMACNE ROS K-

1.5.7  Western blotting % R H Western blotting £
PR AL c—Jun 24 HEK 5 ( phosphorylated c—Jun
N-terminal kinase, p—JNK, p—JNK ) FEL e=Jun 2 HL
1 ( c—Jun N—terminal kinase, JNK ) 7K. BB R4
ZUBTHEIS S0 0, IR 30 min SRR ES L,
T B P SOV 2 RO 129% 43 JE BB 10 w 1Ry
£ 80 ~ 120 V HUIR FREATHITK. FEREA A —PT,4°C

R IMAZYUGE, 37°CHRPIFT 1.5h, #7406
B,
1.6 FitFEHE

B TR SPSS 22.0 Geitdrat, %R
PI80 = brifE2E (xxs) Fon, ZHWERR 250,
B W L] SNK—q K356, P <0.05 N2 RAE 50

e,
2 #HR

21 FBAKXRRBREITS LR

TR BRG], T HL R HLPE4) g,
LI EMNT, ZRAGHHFE L (P<0.05); T4
JER R BT A3 IC TS RIAL (P <0.05), 512 J AR
FIPESr s TARTARL (P <0.05), PEEARORIE Hl s,
WHEE TS T HRCR R, T TRemrR. k1
A 1,
22 &HEAKE NF-« B &K ELLE

TR, BRG], T 4L NF-« B KL
B, &IENN, ZRAEGIFEEL (P<0.05); T
TR I NF-k B KPR TRFAREA (P <0.05), (H
f THRAAIZE (P <0.05), RTARZ., BRI, Tl
MikE NF-« B K- LLAE, Kl E500, ERARITF
H (P<0.05); THAHMAZ NF-«k B K- TR T
AR (P <0.05), (HAL TR (P <0.05), TR
ZH . WIRIZH . T4 NF-« B BEERRILES, S5
M, ZRAGHHEEX (P <0.05); TH4 NF-« B
W o7 AR TR F AR MBI AL AL (P <0.05), UL
1.
2.3 HHHEKR INF-o. IL-6. IL-1B KFLLE

BT AR, BRI, T W4 TNF-a & H A
mRNA KV LA, & 2001, 25 A%t E X
(P <0.05); T4l TNF- o 5 mRNA 7K T
RIZL (P <0.05), HETRFARL (P<0.05), BFAR
M. WA T 1L-6 2 A Al mRNA KF Fo#,
LI EMN, ZRAGIHFE X (P<0.05); THd
IL-6 5 [ 1F1 mRNA KPR TAAIAL (P <0.05), A
THRFARA (P <0.05). BHFARHA, BAH, T-HiH
IL-18 A mRNA KL, 207 2000, 254
Geita i L (P <0.05), T4 1L-6 &1 H mRNA 7K
AT (P <0.05), (HE FABRFARA (P<0.05),
W22,



G677, A5 LS X AR R R AP AR TR

®1 BHRRERFIEITS . NF-« B ZHEAKELLE

(n=12, x+s)

BTFARA 0.00 £ 0.00 0.66 +0.52
FORIZ 13.17 £ 0.72 0.42 +0.05
i 10.08 +0.90 0.47 +0.05
FAH 1287.754 71.185
PAH 0.000 0.000

0.05 +0.02 59.69 +3.08
0.20 +0.02 33.37+3.53
0.16 +0.02 29.52+4.58
196.843 225.602
0.000 0.000

B1 JEAXRRRALFETHE

*x2 BAKKRTINF-«. IL-6. IL-1B KFELLE

TR

(HE x 100)

(n=12, x+s)

BFARLL 6.43 +1.01 230+0.41 1.20+0.25 3.61 +1.86 23.65 +7.05 44.55 + 10.85
FRAIL] 25.57 £8.43 38.06 + 14.66 581 +1.74 27.85+10.22 59.16 + 14.90 67.44 £ 10.59
T4l 18.51 £8.53 22.36 + 10.65 228 +1.33 11.13 £4.27 34.60 = 14.07 57.73 £9.64
F1H 23.275 35.223 43.163 43.932 25.349 14.711
PiH 0.000 0.000 0.000 0.000 0.000 0.000
24 &AKXF ROS. p-JNK. JNK 7kF b .

3 g

e FARLL . BRI, T4l ROS. p-JNK. JNK
EAKPIE, @200, ZRA%IFEX
(P <0.05); T izl ROS. p-JNK, JNK & FI/K KT
BRI (P <0.05 ) fH = TARFARL(P <0.05). WK 3.

&3 JHKR ROS. p-JNK. JNKKFELLE

(n=12, x%s)
W ws W W
i FARA 11.64 +6.42 6.41£2.85 7.04 £3.39
PRERIZH 85.99 + 13.53 34.82 + 6.64 44.40 +9.40
T 41.85+11.38 13.89 +4.23 18.04 +9.31
FAY 142.299 111.236 41.180
Pl 0.000 0.000 0.000

HAT, Mok, ROS T3 INK 15
53 BRI TE AP Y JRAE RN H A A €
— BB RAE T TNF-« | 1L-6, IL-1B %255
AP AL B2 Y, [N, IR AT R
WY, B TS X AP sh SR A 7Rkt 0, SR
S A5 A ) ROS/INK 38 5 B0 RAE AT AW
o Ik, BEIEUNIG IR, SR R
5% AP KEMIGIFER, JF B0 Hn] BB 2
HET

WA R R, R AL IR BT 1
41, T I R BT AIC TR, BRI TS
XF AP KRB AT —E R e, 5 VAR oE S
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W—F ", FE, ARPFRWEB, BRI NF-« B
G m TR FARA s THldl NF-k B 5% %
T BT ARG, BTG, NF-« B 768 1E % 41
T LATEHG MR S A AR T AN, 200 32 3 R
ff, NF-w B VH M AH R ) 00 B 40 A, 4
HRREPPIRAT SN AH RS RE A B 3R, TEAIE S
hEAREREMEH R, NF-« B A& AR
DA T LUA 8l RS AE AN R T 2k, BRILARHIFSY
DL NF- k B #2560 20PN HAE AP R A TE I, A
RS BN, MR AL AP B, NF-« B 5607 %
B, BRI 5THUR , NF-« B 507 R85 1
SAPE] . ST MR AE TR A A B ], AR
YRS TNF- o | 11-6, TL-18 /K-, 45K,
RERIZH TNF- o . [L-6. IL-1B /KF i TR T R4,
TH R febr e FARFARA, (TR, X —
55 NF-k B PRI T AHEDUE, ULEHE
11 S REAL I M AP KR NF-« B &ZFEALZ, HE
P R RAE I IRk, 2GR B AR 1Y
1EH .

HHi#F5E R, ROS 5 INK A B/ H AT -5 204t
M RAE M KA. KRR Ik, ARWFFEEIROS/
INK VE MUK 5E W88 Hbr. 255 Bon, Bl
ROS. p-JNK. INK 7K THRFARL, THd ik
febrm TR FARL, (AL TAIA, XA
SR M H ROS. INK, P8/ 20 il 48 5 il &
Ao fHHF ROS 5 INK MTEFI X R W E L, X
BB, INK 2% [iiF ROS J#4%, ROS fiE#F LNK
FIFE " (B A EHGEE, ROS =AY s b A A
P& INK [AFAE, S35 28 INK i3EfE "7 Hilioe
FWERIGVER R AB R 3, BiE e 1540
il AP KB ROS. INK &3k i HARML il 0 75 22 ik — 2
WE,

25 LTk, W ISR AP K B AY FEE R A B A T
B AT 2 8 1 R 4 NF-« B K ROS/INK i i, &
il TNF-« . IL-6. TL-1B B3k & EEH ,
fHi T NF-x B, ROS X JNK [AIffFfE B2 K5, WT
B T59697 AP ALHIBFGE AT EIH T

o
M

X
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